Previous reports (7) (8) (9) (10) (11) (12) as well as that of Sasaki et al in this journal (13)suggest that BS is associated with vasospastic angina (VSA) and when such a combination is the case, proper management is essential.
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Brugada syndrome (BS) is characterized by J wave and ST elevation in V1-V3 and sudden cardiac death (1). Since its first description in 1992, it has been established as a distinct clinical entity and it has been shown that sudden death is due to ventricular fibrillation caused by phase 2 reentry (2). BS can be easily diagnosed if patients show the characteristic ECG pattern but it is well known that the ECG can be modulated by several factors and sometimes it might appear totally normal and only be unmasked after various interventions (3). Syncope is the main symptom of BS. On the other hand, vasospastic angina (VSA) (4) is also associated with syncope and is a potentially fatal disease due to ischemia-induced ventricular fibrillation
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Clinical implications of co-existence of BS and VSA
Syncope is a major symptom of BS and some may be survivors of cardiac arrest (1, (7) (8) (9) (10) (11) (12) . Unless the patients show an ECG pattern suggestive of BS, the potentially fatal disease would go unnoticed. VSA is also associated with syncope or cardiac arrest (5, 6) (14) . (12) . In BS, however, failure of ICD therapy is to be avoided (15, 16 (17) .
and is almost definitely diagnosed by demonstrating ST-elevation during the attacks of chest pain or by demonstration of coronary spasm by use of a provocation test. For the induction of coronary spasms, acetylcholine is the drug of choice (4) but acetylcholine reduces the inward calcium currents thereby inducing a loss of the epicardial dome of the action potential in BS (14). In the second case of Sasaki et al (13), syncope was the first symptom and it was treated with Nifedipine as VSA. A provocation test using acetylcholine resulted in coronary spasms and a typical ECG pattern for BS. Since ischemia opens the ATP-sensitive Kchannel and results in the loss of the dome of the action potential, coronary spasms might unmask the ECG pattern of BS in addition to that due to reduced calcium currents

